A case which was studied with the technic of catheterization is (liscusse(l as a problem in the diagnosis of this syndrome.
A CASE of marked dilatation of the entire pulmonary arterial tree with calcification is being reported because of the rarity of the condition, and the unusual roentgenologic and clinical findings. The 1948 , with minor lacerations and bruising following an automobile accident. Her father had died of pneumonia, and her mother of a heart attack at the age of 42 years. As a child her development was normal, and she enjoyed fairly good health. At the age of 14 years her tonsils were removed. Signs of heart disease present at that time led to a diagnosis of mitral stenosis. At the age of 16 she developed acute rheumatic fever and spent eight months in bed. It was during this illness that cyanosis and clubbing of the fingers were first noted. After this episode, however, aside from slight dyspnea on exertion, she carried on fairly normally, and continued to work. She was married at the age of 24. During the next few years she had four miscarriages.
In _March 1939 occurred and bilateral ligation of the femoral veins was performed. In November 1946 she was again hospitalized because of an exacerbation of congestive heart failure. In 1947 she was hospitalized on two occasions because of sudden chest pain, cough, and blood-streaked sputum, and a diagnosis of pulmonary emboli was entertained. Two other admissions in. 1947 'and three in 1948 were mainly for recurrent upper respiratory infections and exacerbation of heart failure. However, repeated pulmonary embolization may have played an important role du-ing these episodes, which were marked by frequent attacks of sudden chest pain and hemoptysis.
Physical examination, made on admission in November 1948 following the automobile accident, revealed multiple bruises, cuts, and ecchymoses of the face, chest, and limbs. The patient was orthopneic and cyanosed. The point of maximum impulse matic fever, pancarditis, and congestive failure, showed the development of a block of the right bundle branch system. An Figure 2 , A shows the catheter in the markedly dilated iight pulmonary artery and identifies it beyond doubt. In figure 2 , B the tip of the catheter is in the right ventricle (as confirmed by pressure curves and blood oxygen content) and demonstrates the tremendous size of that chamber.
The catheterization studies led to the following conclusions: (1) Roentgenologic visualization of the catheter in the large masses established their identity as parts of a dilated pulmonary arterial tree. (2) Since the blood samples taken from the superior vena cava, the right auricle, and the pulmonary artery did not differ significantly in oxygen content, the possibility of the presence of a patent ductus arteriosus or of a septal defect was ruled out. ( 3) The marked unsaturation of the peripheral arterial blood strongly suggested the presence of pulmonary arteriolar disease wdith poor respiratory gas exchange. The relatively high cardiac output in all probability acted as a compensatory mechanism, similarly to what is noted in chronic cor l)ulmonale and in emphysema. (4) The high pressures in the pulmonary artery and iight ventricle were likely due to a combination of (a) mechanical obstruction at the mitral valve, and (b) increased peripheral pulmonary resistance by an altered pulmonary arteriolar bed. The equality of systolic pressure in the pulmonary artery and right ventricle eliminated the possibility of pulmonary stenosis.
COMMENTS
Clinical and physiologic studies would indicate that the main lesions present in this case wvere: (1) i\Iarked aneurysmal dilatation of the main pulmonary artery and its major branches with calcification of the arterial walls. (2) Associated rheumatic heart disease with mitral stenosis. (3) An altered pulmonary arteriolar bed which may be primary, or secondary, to heie mitral stenosis. Greene and his co-workers7 have recently reported 4 patients with idiopathic congenital dilatation of the pulmonary artery, apparently the first group of subjects in which physiologi( studies were performed with the aid of intracardiac catheterization. They found normal pressures in the light ventricle and lower piessures in the pulmonary artery. They attributed the lower pulmonary arterial pressure to turbulence created by the deformity, to an increase in expansibility of the pulmonary arteries due to the thinness and dilatation of their walls, or to a relative stenosis caused by a stretching of the free edges of the semilunar cusps across the orifice of the valve. As mentioned above, in the patient here reported, the pressures obtained in the pulmonary artery are grossly elevated, therefore pointing to the presence of associated lesions.
The association of dilatation of the pulmonary artery and mitral stenosis has been described before. D)'Aunoy and von Haam,2 in their review of 83 patients with pulmonary aneurysms, noted 5 cases that wvere associated w-ith mitral stenosis. In all 5, the pulmonary artery trunk alone was involved. In 4 of the 5 cases, sclerosis of the pulmonary artery, of unknown origin, was considered to be the main etiologic factor. The fifth case was one of congenital mitral stenosis, and a congenital defect in the pulmonary vasculature was believed responsible for the aneurysm.
Atheromatosis of the pulmonary arterial tree as well as pulmonary arteriolar sclerosis has been noted fairly frequently in association with dilatation of the pulmonary artery. Deterling and Clagett,x in a review of 36 casES of aneurysm of the pulmonary artery proved by necropsy, noted the presence of atheromas in 11 of the patients. In 
